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(WZE] T OUPRERY, &% EEE DR (N-HDL-C ) {E5.00 (CHD ) KAt CHUESE (AMI)
KRR TP RVE T REAN S TR IR A AUIRE B (LDL-C) , SCBH) N-HDL-C X} 2.0 UHSE (AMI) & &
Fe TR B KA AJRIT (PCL) J5RE TS 09 520 % 8 AMI B 3% — 20Tl RS SR A — 2 2% M. B i)
N-HDL-C X AMI 83 PCIJG i G 5o Fik ARSI N BUBERFST . HH 2018—2019 4T HE4E K245 FH I Bt
B2 34T PCI A AMI B3 216 4, ABFFEH N-HDL-C < 2.6 mmol/L € X N-HDL-C 45, i N-HDL-C 7535
Prks AMI JB35 53 R ikbrd] 102 BRI IEARAL 114 ], 385 7o 4R DI IO fB A SRR kL . 200 B TReHRAR . 5550
R AN ANRITIEOL; A R E A T IS EOR R, SRR B 2 F R FEA RO M S (MACE) &
ANEBL, AMI R E BV & A MACE 2R R R /R I Z R Logistic BIH T, Z558R  ARbRgLEE FE L L.
m IR R AN EEE (HDL-C) KT ik4r24, LDL-C. BHEEE (TC) &Fibbrdl (P < 0.05) o ARABH P
FIE) A 30 N, ISFRZL A BEVTIHIA] MACE &2 %0 26.5% (27/102) , AR TAIEFRALN 44.7% (51/114) (P < 0.05) .
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[ Abstract] Background Recent studies have shown that the role of non—high density lipoprotein cholesterol

(N-HDL-C) in the occurrence and development of coronary heart disease (CHD ) and acute myocardial infarction ( AMI )
may not be inferior to low density lipoprotein cholesterol ( LDL-C ) .Therefore, clarifying the effect of N~-HDL~C on the long—
term prognosis after percutaneous coronary intervention ( PCI) has a certain reference basis for the formulation of secondary
prevention lipid—lowering strategy of patients with AMI.Objective To explore the impact of N-HDL-C on long—term prognosis
in patients with AMI after PCI.Methods This is a retrospective study.A total of 216 patients with AMI diagnosed and accepted
PCI in the Xianyang Hospital, Yan’an University from 2018 to 2019 were selected.In this study, N-HDL-C < 2.6 mmol/L
was defined as N-HDL~C standard.AMI patients were divided into standard group ( n=102) and substandard group (n=114)
according to whether N-HDL-C was standard.The baseline data, left ventricular function indexes, laboratory examination
indexes and interventional treatment were collected through electronic or paper medical records; all patients were followed up by

outpatient or telephone, the incidence of major adverse cardiovascular events ( MACE ) 2 years after discharge was recorded.
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The influencing factors of MACE in patients with AMI during follow—up were analyzed by univariate analysis and multivariate

Logistic regression analysis.Results The proportion of males and high density lipoprotein cholesterol ( HDL-C ) in the

substandard group were lower than those in the standard group, while LDL-C and total cholesterol ( TC ) in the substandard

group were higher than those in the standard group ( P < 0.05) .The median follow—up time was 30 months.The incidence of
MACE in the standard group was 26.5%( 27/102 ), which was lower than 44.7%( 51/114 ) in the substandard group( P < 0.05 ).
Multivariate Logistic regression analysis showed that age [ OR=1.529, 95%CI (1.010, 1.097) ], HDL-C [ OR=0.016,
95%CI (0.004, 0.066) ], N-HDIL-C [ OR=1.053, 95%CI ( 1.062, 2.200) ] and number of stents implanted
([ OR=2.308, 95%CI (1.392, 3.826) ] were independent influencing factors for MACE in patients with AMI during follow—
up (P < 0.05) .Conclusion The risk of MACE 2 years after PCI in AMI patients who met the standard of N-HDL-C before
PCI is lower.N-HDL-C is an independent influencing factor of MACE two years after PCI in AMI patients, which may be a new

target for the treatment of blood lipid in the future.
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S AR B0 Ik ks A R A P O IE A T FR 600 ( coronary
heart disease, CHD ) , & etR 2 Ik ok A 6 4k 5 | A A8 i
BerE sihe g€, B WUBR i B S IR BT 5 R A0
g, HomPRILARR SRR L . S O HIAERE (acute
myocardial infarction, AMI ) B0 R B E SR, H
F2BERAE R B ko A8 Fe Al 1 A AR R B E A i
B, R FEGE D ALEYESRSE L HRT, 2%
AR BIKA AJARTT ( percutaneous coronary intervention,
PCI) /& AMI B F W HEZNAT TB, HEREARI0/).
WAL PRSI, B B2 PCLE 2
B FEZA RO IEF A (major adverse cardiovascular
events, MACE) o PRI, i PR mx 200 - 4% BE A7 R0 Al
AMI % PCI G P& MACE JRUES 19 i B b, DA
BES

VT AE [ N S KA T 7 B0F 58 Rk PR AT 5% 24 91E
S MRG58 5 RS KR FERE AL OC R D), Hh I
i g 25 H HH [& B (low density lipoprotein cholesterol,
LDL-C)#IAJy & CHD J AMI %75 K JR ) S R
[l A A LR S 5 7 36 6 FE 4 5RIE , LDL-C 75O Il 89
i A TR AZ O AE T, 4B AT RLE o B L E LDL-C
KT B4 0 IV B0 . WO LDL-C /RO 1l A 9%
TR BT L ISR, AR g
5 1 MH [# B (non-high density lipoprotein cholesterol ,
N-HDL-C) X} CHD JU: i) B 4 {E 1 T LDL-C, &
78 N-HDL-C £ CHD K AMI & 4 & J§& vh i) £ FH 7] g
RE T IDL-C7' . (HPGR 1 John Burnett 2% 3
7N, HHA G N-LDL-C BUBIFSE AN BEHRIH A L A S0 F
LDL~C £ 8l Ik ks A A O i 45792998 T 00 AN - 35 40 (B
RIESE, &k LDL-C ML A T ish ) o AHFSE B 1
PRI N-HDL-C X AMI 83 PCI 5 i 05 s, L
W12 AMI S EAE s hik i e s e iS5 1R 305
1 WM&E57TE

1.1 PASHERRARE A AbRUE: (1) 4= 18 A%

Myocardial infarction; Non-high—density lipoprotein cholesterol; Percutaneous coronary intervention;

(2) ABEiZWirly AMI; - (3) ABg 24 h WREIIALIRSEPr .
HEBRARUE: (1) BRCEA O IURESES, s 5 7 il is H 4 5
(2) EiREa<e; (3) A EIFEIIREA L. 45t
PECIERG . O L P MO R B g k™ o Je%
gty (4) ABEiIRABEIR 2
1.2 WEFEX G AR BB E 5T, PR 2018—
2019 45 T4 22 K27 Rl BH B2 B 4 12 947 PCL Y AMI A
#2161, Hoh 5 178 4 (5 82.4%) , 384 (4
17.6%) ; 4Fi (61.9+9.8) %, M4 HE WA MG
SR PIGTET (2016 4EBITHL) ) M, E BRI
PR — I ) N-HDL-C FAR /KL < 3.4 mmol/L,
AMI B E Al m fa ARE, HIRNRIGT 9 N-HDL-C /K
S < 2.6 mmol/L, ##f N-HDL-C < 2.6 mmol/L & .
4 N-HDL-C ik#5, H#E N-HDL-C J& & ikrH AMI &
BT RIAARAL 102 BIFIANIEARAL 114 6. AHFFEE 1 4E
TR A B BEAe B ZE 51 23 A At
1.3 WA br  Ji i i 1 BB D R BT A R
R TERL, ZE 0 E DRk TE bR LR ER AR, A
BT OIS RO P, P S BB AR R L AR
1% AT FE £ (body mass index, BMI) | 3. W4
JE. WAL G OFaE [ F S i T Al IR &
ST Be4A i L JUEE AL ( ST-segment elevation myocardial
infarction, STEMI) ) | Killip 43 2% &% PCI i JH 25 1%
Ol (3 BEAL 45 145 58 9K R L e il 0 11 59 (angiotensin
converting enzyme inhibitor, ACEI) / Il45 55k & 1 521k
BHAE ] ( angiotensin receptor blocker, ARB ). B- ERa N
R )y 700 % DO RETR AR IS 20 O B SR AR N A2 (left
ventricular end diastolic diameter, LVEDD ) #1405 5
ML 53 % (left ventricular ejection fraction, LVEF ) ; 5K
5 ZE R A FE bR AL 4E M 40 T4L (white blood cell count,
WBC) . M1 (hemoglobin, Hb) . LDL-C. &%
Ma. SIHEEE (total cholesterol, TC) . = EEARE
JHEEE (high density lipoprotein cholesterol, HDL-C ) .
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N-HDL-C . #EEOAIEEEE T ( high sensitivity cardiac
troponin I, hs—cTnl ) . WUETF (creatinine, Cr) . ZIAK
5 iR KATIA ( N—terminal pro brain natriuretic peptide,
NT-proBNP ) & D- — 544k, Hrp N-HDL-C=TC-HDL-C;
I ANIRIT B OV G 58 4 s FHEE O . AR M4 S8
A NI SR N

L4 BV A EEEA T2 BRIEREY, e SRR E
e 2 45 MACE & BTG, MACE & SChH2 BT,
FEAHURESE . FRRMLIE B A DSOSt T 5k
fEBE

1.5 Seibaorik RJH SPSS 26.0 Geitf ik kA 5k
WEER, FFEIERAARTHREIRILL (x£5) R, 4100
FEAECR I ¢ 4050 s AP A IER A AT HE TR L M
(QR) Frn, Y1 FLECR RIS ; 107k LA
BN, AU BRI xR FRIOR LR
FRAKE 565 AMI f3% PCI 5 MACE 452 i R 43 #r %
HZHZE Logistic BIIA2HT. PP < 0.05 AERAHSIT
2R

2 HR

2.1 IRFRYIFIASEARAL R LR TR LA IR BRI
RIRPR A B E AR . BML, DR U6 . AR
Killip 739% . PCIJ5 025 Mo il He . #E PR . STEMI %
BRI, ZREGIT¥E L (P>0.05) ; Nkt
HBE B S KT AbRd], Z2RARIT#EL (P
<005), WFEl.

2.2 IEPRALFIAS TR AR AL R A 22 0 % YRR bR R 5L 5
ERAIEA R IRPRA R A FR AL R LVEDD
LVEF, WBC, Hb. g% a. hs—cTnl, Cr., NT-proBNP
JD- ZRIRILE, 2R TGIFEEL (P>005) ;
ANiEtrdl B LDL-C, TC & Tisfrdl, HDL-C {KFik
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brefl, ZRA%IEE Y (P <005) , W2,

2.3 IAFRA IR IAARALR E N ABITIB O LR AR
HFAIEPRA R E S s EER . A A 25 7w
AP A B SRR AR A, Z2R TSI FE N (P>
0.05) , W3,

R 3 ARARAIRRALERE NS AR TIH O AL
Table 3 Comparison of interventional treatment between standard group

and substandard group

- gﬁm(l%% (f@% ‘ I (n (%) ) %%ﬁ/\%)
45, %) LAD LCX RCA
iR 102 40(39.2)  2.04£076 79 (77.5) 58(569) 70 (686) 20xLl
AKGEAL 114 47 (412)  2.04£079 96 (842) 68(596) 69 (605) 2112
Xz (1) f§ 0.091 0.429° 1.599 0.172 1.540 0.669"
P 0.763 0.969 0.206 0.678 0.215 0.414

7. LAD= ZERif%s, LCX= ZEWiEsZ, RCA= AbiRahlik; o~ e (8

2.4 KBRS PR B BE DT DI MACE & A4E % 11
AR BHEAIREVIRE 30 AN, IkbRA B Rl
P E] MACE & 2E %K 26.5% (27/102) , KT Aikbr
I 44.7% (51/114) , ZSAGHEE X ( x=7.785,
P=0.005) , W3 4.

2.5 AMI B8 3 Bl U7 9 18] & £ MACE 5% i PR 28 1) 5 1A
KoM K4 MACE 5Kk &4 MACE &% B H 5.
BMI, 0o, WHA R . WOHHA . SRR A%, BEIRE
KA STEMI & 4 % PCLJE FH 2545 . LVEDD,
LVEF. WBC. JI8 & 4 a. hs—cTnl. Cr. NT-proBNP
D- BB WS IS K LAD BT 5 el s, 257
Gt X (P> 0.05) ; kK4 MACE 5K &E MACE
HBE AR | Killip 4+ %, Hb, LDL-C, TC, HDL-C,
N-HDL-C. 5¢4[filiz B A% Jo A8 A S04, AR i

R IR IR SR TOR LA

Table 1 Comparison of general information between standard group and substandard group

. p ik T
413 PR (09 )

RS
(x5, kg/mz) (x+s, X /min)

LVEES A DA

(xxs, %) (x+s, mmHg (n (%)) (n(%)]
Bey il 102 91 (89.2) 632+85 24.4+2.6 767+ 15.1 130 +28 69 (67.6) 52 (51.0)
ANEbRA 114 87 (76.3) 60.6+ 11.0 244427 752+ 13.1 131+25 68 (59.6) 52 (45.6)
oL hes e i) 6.179 6.393" 0.000" 3.113° 1.615" 1.484 0.621
PiH 0.013 0.054 0.967 0.449 0.620 0.223 0.431
IR I L s v e T e v T e v
L B — SZAAR B
bR 19 (18.6) 52 (51.0) 80 (78.4) 15 (14.7) 3(29) 4(39) 79 (77.5) 85 (83.3)
ANiEbREA 22 (19.3) 62 (54.4) 91 (79.8) 20(17.5) 1(09) 2(1.8) 91 (79.8) 92 (80.7)
KGRl 0.016 0.251 2.429" 0.181 0.252
P18 0.900 0.617 0.488 0.671 0.616

#: BMI= {RFiF54k, STEMI=ST Btif i AL AL, PCl= £ 7RIk ATRYY, ACEI= M4 Z ok R ELHEHMEIH], ARB= M/EEkE T

ZARBILA; R efl, "o ufl, REBLITRER xE
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R 2 RN 700 S DI REFR R A S 2 A A AR PR LU AR (x£5)

Table 2 Comparison of left ventricular function indexes and laboratory examination indexes between standard group and substandard group

25 f%  LVEDD (mm) LVEF (%) WBC( x107L) Hb (g/l.)  LDL-C(mmol/L) J§&EM a(mg/l.) TC (mmol/L)
RbRA 102 49.1+5.7 53.8+7.0 84+32 137.72 £ 19.20 1.55 + 0.46 148 + 121 3.16 +0.46
Aikbrgi 114 48.7+5.7 54.5+6.7 8.8+33 138.63 £ 17.94 3.08 +0.82 182 £ 160 474 +0.84
tE 0.578 0.710 0.928 0.360 16.644 1.760 16.866
PAH 0.562 0.481 0.354 0.718 < 0.001 0.080 < 0.001
415 HDL-C ( mmol/L ) hs—cTnl (ng/L) Cr ( pmol/L) NT-proBNP (ng/L ) D- 4K (mg/L)
BELy il 1.60 +0.32 15.92 +19.38 76.57 £19.54 2618+ 1484 1.22£3.26
ARiktrd 1.27+0.35 13.43 £17.17 75.54 £19.51 2297 + 1489 0.90 +0.78
tE 7.202 1.001 0.387 1.584 1.016
P1H < 0.001 0.318 0.699 0.115 0.311

i LVEDD= 28D & &R NS, LVEF= 2203 B 5340, WBC= HANAITAL, Hb= T , LDL-C={K% IR 4 I E B, TC= BHFEE,
HDL-C= &% e IR, hs—cTnl= MOV 1, Cr= JJUEF, NT—proBNP= 22 KR S s dh ik i 4

R4 AP RA ISR E BEVIIE MACE A0 (n (%) )
Table 4
substandard group

am g N
kbrgl 102 4 (3.9)
Rikbidl 114 2(1.8) 0

Incidence of MACE during follow—up of standard group and

PR PRI K Iy
WAESE iz 8Os BER
1(1.0) 9(88) 16(15.7) 4(3.9)

6(53) 38(333) 7(6.1)

R LCX FH PTG . AR 148 S RCA 35 B i L Asi] A
THREARG I, ZRAGITFEL (P <0.05) ,
W5,
2.6 AMI & [l i8] % = MACE 520 R R 1 £ [H R
Logistic M54 4R H8 (RRME: SEDUAE ) . Killip 43
% (WRAE: T9%=0, M=2, M%=3, Ng=4) .
Hb (MRAE: SCOE ) . LDL-C (WR{E: S2iifE ) . TC (i
H: SCO{E ) . HDL-C (W&fE. SZMifE ) . N-HDL-C
(R SEdify) | ez dEd (5K =0, &=1) .
AR A S CIRAE . SEIUME ) . LOXORAE (IR(E. 75
=0, J&£=1) . RCAJWKZ (M. &=0, &=1) 1N
HAs &, MACE fERRAS & (WE: kA4 =0, K&
=1) , FHFTZHE Logistic [MIA5M, 459 8R, 4FE#E.
HDL-C. N-HDL-C A28 IfiL 45 S Foe AMI 35 i 17 1
8] %A= MACE By s % (P < 0.05) , W 6.
3 itig

H iii, N-HDL-C 5 AMI & # PCI J i ] i 5 /4
KRMRMER D, RHFRER DR, IR AARR
b 2l 5 B o S i ig #8 #r (LDL-C. TC, HDL-C)
Gb, HAb LG br ] 22 T G488 X, ks
N-HDL-C /K-, AMI SBEASISEEL AT i 2.
AT R BN, KIBbrg] B B[R MACE & 4
RE AR, 7% N-HDL-C i5FR(9 AMI 23 PCLJ5
TG LT N-HDL-C Aibbrfy AMI B35, s3HARH
AIREUNT . N-HDL-C £ & rA W e 10 B0l bkoki HE Al 1k

R 6 AMIBRF BTN K& 4 MACE SR Z A2 & Logistic 111
i

Table 6 Multivariate Logistic regression analysis on influencing factors of
MACE in patients with AMI during follow—up

AF B SE Waldx’{H P14 OR (95%CI )

AERY 0051 0021 6.019 0.014 1.529(1.010, 1.097 )
HDL-C  -4.130 0721 32.842 < 0.001 0.016(0.004, 0.066 )
N-HDL-C 0424 0.186 5219 0.022  1.053(1.062, 2.200)
’W%g&% 0.836 0258 10516  0.001 2.308(1.392, 3.826)

JIR B (OB AR I, R A sh Bk AR R Ak Ak
HETTE I AMI H B MACE % A8 XU  ASBIFFE 45 98 R
W IFIRZe N Z S5 4R . HDL-C. N-HDL-C KJ5 7% [ 45
SCECE AMI B E BT & A2 MACE f9 M7 52 mi R %

ENAMFFEIESE,  IiAG 58 5 bR S ok A Ak 2
I G, R CHD K AMI & E s % ", H
A R L £ 220 LDL-C /Eh CHD . AMI A9 £ 2 E0%
K2 K&IANRIGYY BAR, HIAH LDL-C ikF5 v] AR B
O I SR & AU . AT RS B, N-HDL-C 7KF
T 50 A5 B A A DRV 338 in B S AR G, X0
I KUK B T A T BEDE T LDL-C > 7. (2018
AHA/ACC/AACVPR/AAPA/ABC/ACPM/ADA/AGS/APhA/
ASPC/NLA/PCNA L ¥ fH [ i 45 45w ) ) a3
N-HDL~C {E} CHD —Z il S — 2 Wi 0 15 2 How o
N-HDL~C JESTAE T FIITAL CHD XU (T AF TR A
LIAO %5 ) E4T (9 Meta 43 7 35 07 26 6 Wik 56, 98 A
11 057 ] CHD &4, 458 E~, CHD 3 N-HDL-C
RN 10 mg/dl, FET AU 1.13 £% (95%CI (1.06,
121) , P <0.001] , FRHFZL N-HDL-C /K F- 7] g
J& CHD B KBt KBS i fil # . — ik A £
O I AU B B A A 9% 6 B, N-HDL-C 5 gh Jikifs 1
PP A BT KA R B IIAR O ) GU 45 T3 ks



.38 - PJCCPVD  June 2021, Vol.29 No.6 htip: //www.syxnf.net
£S5 AMIBHFEVINIE K AE MACE 520 K R BB R 0T
Table 5 Univariate analysis on influencing factors of MACE in patients with AMI during follow—up
I PRAFAE K MACE (n=78) KA MACE (n=138) ivZ e e ] P1E

Btk (n (%) ) 59 (75.6) 119 (86.2) 3.856 0.050
T (xxs, %) 64.7+9.9 60.2 +9.6 3.379° 0.001
BMI (x+s, kg/m) 242+2.7 24.5+2.6 0.829° 0.423
DEE (F+s, ¥ /min) 754+ 14.7 762+ 13.8 0.464" 0.651
Wi (x+5, mmHg) 132 + 26 130 27 0.515" 0.607
Wk (n (%) ) 45 (57.7) 92 (66.7) 1.730 0.188
RIE (n (%) ) 42 (53.8) 62 (44.9) 1.588 0.208
iR (n (%) ) 14 (17.9) 27 (19.6) 0.085 0.771
STEMI (1 (%) ) 39 (50.0) 75 (54.3) 0.378 0.539
Killip 3% (n (%) ) 15.938" 0.001

I % 52 (66.7) 119 (86.2)

4% 23 (29.5) 12 (8.7)

&z 1(13) 3(22)

\E73 2(26) 4(29)
PCLEMZS (n (%) )

ACEI/ARB 60 (76.9) 110 (79.7) 0.231 0.631

B — SZAARBH 59 (75.6) 118 (85.5) 3.279 0.070
LVEDD (xs, mm) 492+5.6 48758 0.709° 0.494
LVEF (x+s, %) 54.0£6.2 543+72 0.294° 0.779
WBC (5+s, x107/L) 83x3.1 8.8+3.3 1.074" 0.284
Hb (x=s, g/l) 13235 £2.41 141,51 +1.36 34.856" < 0.001
LDL-C (¥+s, mmol/L) 274 +0.77 2.14+1.08 4.651° < 0.001
JEHE M a (x5, mg/lL) 183 + 143 156 + 143 1.380" 0.169
TC (¥+s, mmol/L) 4.25+0.89 3.85+1.10 2.916" 0.004
HDL-C (x=s, mmol/L) 1.17+0.22 1.57 +0.36 47.189" < 0.001
N-HDL-C (x+s, mmol/L) 3.08 +0.89 228+ 1.19 9.714" < 0.001
hs—cTnl (x+s, ng/L) 16.46 + 19.36 13.56 + 17.57 1.154" 0.264
Cr (§+s, pmol/L) 77.06 +21.74 75.44 + 18.14 0.579 0.560
NT-proBNP (x5, ng/L) 2589+1919 23391242 1.148" 0.252
D- “RIK (5+5, mg/L) 1.07 £ 1.15 1.04 £2.77 0.102° 0.919
STEAMEHEE (n (%) ) 23 (29.5) 64 (46.4) 5.910 0.015
SRR IS S (ks 32) 226 £0.73 1.91 +0.07 0.015* 0.002
WAEMAT (n (%) )

LAD 68 (87.2) 107 (77.5) 3.013 0.083

LCX 53 (67.9) 73 (52.9) 4.644 0.031

RCA 57 (73.1) 82 (59.4) 4.051 0.044
AR (R£5, 3) 22+0.1 1.9+0.1 15.931° < 0.001

i MACE= EEAROIMAEFM, N-HDL-C= AFE I E AMRER; b, "0 ufl, SEBEGHREN x

S5 IR, N-HDL-C %34/ 30 mg/dl, U IfiL 45 955

CHD F2erp & Az RS 43 534 0 15% . 24% 1 12%, H
Xof T LA L5508 & A IRV 18 35000 444 5 LDL—C AH
L, AEZWF R R R TN 2, W] BE 2 0 45 S 1 il —
SERI ., I TRESE Y BRI, CHD B3 PClE
IO A A B R AR 5 N-HDL-C 2 & ikin A
X, {H5 LDL-C & kfa i, Hits LDL-C M,

N-HDL-C 7] GE 838 A5 /E i CHD 3 PCl 5 IlLJ§ =%
) M0 T A, R A S B bty L B BA B A 5,

TEAE—EIRIRIN K, ] fEXTIF 57 45 3 i — 5 52 .

SNIDERMAN % "5 BF 57 45 B3E 52, N-HDL~C % 0> IfiL
IR KU B T AN (B4 T LDL-C, [HEki5&E A B [k
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